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We describe three unrelated cases of infection in otherwise healthy adults in their early 30s who had respiratory failure caused by severe community-acquired pneumonia (see chest radiographs in Section S1 of the Supplementary Appendix, available with the full text of this letter at NEJM.org) after exposure to ill guinea pigs ( Table 1 ). The three cases, which appeared over a period of approximately 3 years, occurred in persons from different families, at different hospitals, and in different geographic areas. Two patients were treated with mechanical ventilation in the intensive care unit for several days.
Chlamydia DNA was detected in specimens obtained from the respiratory tract, serum, or both in all three patients, and the species was identified as C. caviae by means of the Dutch national surveillance system for psittacosis, in which samples identified as positive in a polymerase-chain-reaction assay are genotyped by sequencing a part of the gene that encodes the outer membrane protein A, ompA 5 (details are provided in Sections S2 and S3 in the Supplementary Appendix). In one patient, chlamydia seroconversion was detected by means of complement fixation, which revealed an increase in the antibody titer by a factor of 4 (see Section S3 in the Supplementary Appendix for details). No other causes of community-acquired pneumonia were found (see Section S4 in the Supplementary Appendix). Although different antibiotic regimens were used to treat the patients, in accordance with local protocols (Table 1) , all three patients recovered after being treated with doxycycline.
One of the guinea pigs owned by Patient 2 showed signs of respiratory illness before community-acquired pneumonia developed in the patient. C. caviae was isolated from a conjunctival swab. To confirm transmission between this guinea pig and its keeper, we performed a tandem repeat analysis and sequenced the ompA coding region in a sample of the patient's bronchoalveolar lavage fluid (GenBank accession numbers, KY777669 and KY777670), the guinea pig isolate (GenBank numbers, KY777661 and KY777662), and several samples from other C. caviae strains (GenBank numbers, KY777663-KY777668). The sequences of ompA and the single variablenumber tandem-repeat (VNTR) region that were identified (from among 27 potential VNTRs) were identical in the bronchoalveolar lavage fluid from the patient and her guinea pig and different from the C. caviae reference strain GPIC (GenBank accession number, AE015925; details are provided in Sections S5 through S10 in the Supplementary Appendix). This finding is in line with a C. caviae transmission event, although the molecular features described (see Sections S8 through S10 in the Supplementary Appendix) were not unique but were shared with two German C. caviae strains. Altogether, the data imply that the transmission of C. caviae from guinea pig to human in these cases resulted in severe community-acquired pneumonia. Both veterinarians and physicians should be aware of the zoonotic potential of C. caviae. Although the extent to which C. caviae actually contributes to community-acquired pneumonia is unclear, awareness may help to clarify this issue.
